1,2 Patients with PGES are at higher risk for sudden unexpected death in epilepsy (SUDEP), especially if tonic-clonic seizures are uncontrolled; they are on antiepileptic drug (AED) polypharmacy; AED levels are subtherapeutic, indicative of noncompliance; they live alone; or they have coexisting cognitive deficits. 2, 3 While the link between PGES and SUDEP is intriguing, there are more variables to be considered than simply the duration or consistency of suppression on EEG after a convulsion. Accompanying cardiac autonomic variability and instability, presence or absence of postictal central apneas, and preexisting cardiac and pulmonary status determine which episode of PGES may lead to SUDEP.
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